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P aerugmosa can be transmitted by fomites (such as food, bedding, and
water), human earners, and contact with infected rodents (either wild rodents
or other laboratory animals) There is frequent shedding of the organism in
infected, clinically normal rodents, but the normal flora of the nasopharynx
and the gastrointestinal tract are effective in controlling the population in
vivo Disease occurs when this normal flora is altered or host defenses are
impaired (Vincent et al , 1955, Hoag et al., 1965, Hightower et al., 1966)

Clinical

Under usual circumstances the organism is part of the normal flora in the
digestive tract and clinical signs are not present. After immunosuppression
fulminating septicemia can occur, resulting in death with few clinical signs
(Flynn, 1963c) There are a few reports of "circling" or "rolling" in mice
associated with otitis media and interna due to P aerugmosa (Ediger et al.,
1971; Olson and Ediger, 1972, Kohn and MacKenzie, 1980).

Pathology

In immunosuppressed animals the organism invades from the normal
sites of localization into deeper tissues, resulting in bacteremia and high
mortality (Hammond et al., 1954; Vincent et al , 1955; Hightower et al.,
1966). There is disagreement on whether the major site of entry is via the
intestine and portal circulation (Urano and Maejima, 1978) or through the
nasal mucosa (Brownstem, 1978). Gross and histopathologic lesions are
nonspecific (Flynn, 1963b).

There are two reported instances of inner ear disease in mice attributed
to P aerugmosa and characterized clinically by either circling (Ediger et
al., 1971) or rolling (Kohn and MacKenzie, 1980) In both instances, affected
animals had suppurative otitis media with extension into the inner ears and
to the adjacent memnges or brain P. aerugmosa was consistently isolated
from the middle ears and associated lesions (Olson and Ediger, 1972; Kohn
and MacKenzie, 1980) A similar disease has been produced experimentally
by inoculating P. aerugmosa intravenously into mice (Gorrill, 1956, Ediger
et al., 1971)

B-lymphocyte-deficient mice are more susceptible to P aeiugmosa
infection than B-lymphocyte-immunocompetent mice and have been used
as a model for studying the protective efficacy of monoclonal antibodies
against the organism (Zweennk et al., 1988) Other models of increased
susceptibility of mice to the organism have included whole body irradiation
(Flynn, 1963a,b,c; Hammond, 1963, Hightower et al., 1966), administration
of cyclosphosphamide (Buhles and Shifrme, 1977; Urano and Maejima,
1978), local burns (Stientz and Holder, 1975, Cryz et al., 1984), and
administration of ferric ions (Forsberg and Bullen, 1972).